A 73-year-old woman with essential hypertension and diabetes mellitus abruptly developed astasia. There were no other neurological abnormalities. Cranial diffusionweighted magnetic resonance imaging demonstrated a localized infarction in the right-sided suprathalamic white matter. Under antiplatelet agent and rehabilitation, the patient became asymptomatic within 4 days. This is a first reported case of isolated astasia due to a suprathalamic white matter infarction. We speculated that disruption of the connection from the ventrolateral nucleus of the thalamus to the posterior cingulate gyrus and/or supplementary motor area might cause astasia.
| INTRODUCTION
Astasia designates motor incoordination with inability to stand, despite good strength. [1] [2] [3] [4] [5] [6] [7] [8] [9] [10] [11] [12] Because astasia is a rare symptom, its pathogenesis remains uncertain. Regarding responsible region for astasia, the thalamus, 1-5 thalamo-mesencephalic junction, 6 mesencephalon, 7 pontomesencephalic locomotor region, 8 posterior cingulate gyrus, [9] [10] [11] and supplementary motor area 12 were reported (Table 1) . We herein describe a first reported case of isolated astasia due to a suprathalamic white matter infarction.
| CASE REPORT
A 73-year-old Japanese woman abruptly developed inability to stand and was carried to our emergency room. Valsartan 80 mg/day and amlodipine 5 mg/day underwent for essential hypertension, and glimepiride 6 mg/day and metformin hydrochloride 500 mg/day for type 2 diabetes mellitus, respectively. There was no other contributory medical history. The patient was not smoker and had no habit of alcohol drinking. Consciousness was alert. The patient was found to have a blood pressure of 146/84 mm Hg and the heart rate of 60/ minutes with sinus rhythm. General examination demonstrated no abnormalities. Cranial nerve impairment was not detected. The patient was right-handed. Hand grasping power was 22 kg in the right and 18 kg in the left. In the upper extremities, Barré sign was negative. In the lower extremities, neither Barré sign nor Mingazzini sign was positive. Manual muscle testing was all normal in the neck and extremities. Bend and extension were normal in both sides of the fingers.
In the extremities, muscle tonus was all normal, and neither muscle atrophy nor fasciculation was observed. Deep tendon reflexes were all normal, and pathological reflexes were not detected in the extremi- pronation supination test, finger wiggle, and foot pat were all normal.
No abnormalities were detected in heel-knee test and shin-tapping test. Sit ability was almost normal. However, on attempt to stand, the patient showed postural instability due to a marked tendency to fall backward. Therefore, the patient could not stand or sit up unassisted. There were no other neurological abnormalities. As a result, In our present patient, we speculated that astasia might be elicited by the disruption of the connection between the ventrolateral nucleus of the thalamus and the posterior cingulate gyrus and/or supplementary motor area. In the English language literature, there was only one reported case of astasia due to a unilateral suprathalamic white matter infarction (Table 1) . 1 Cranial MRI was not performed. Because hemisensory disturbance was observed in this case, the infarct lesion might be more extended than in our case.
1
In cases of acute onset of astasia, cerebral infarction or hemorrhage in the vicinity of the thalamus, mesencephalon, cingulate gyrus, and supplementary motor area should be suspected. Moreover, we emphasize that isolated astasia may be caused by a suprathalamic white matter infarction.
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